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Elaine— 


Please find below my proposal for breakout group 2: Toxicology and Risk 
Assessment 

See you soon—Bill 


Use of Continuous Data in Risk Assessment 

Although considerable research has been reported concerning the use of 
quantal data in risk assessment, far less progress has been reported on the 
use of continuous data in the risk assessment process (Gaylor et al, 1998). 
Continuous data is often generated in the case of noncancer endpoint studies 
including those of reproductive toxicity, immunotoxicity and neurotoxicity. 
Useful endpoints including body weight, enzyme activities, protein and 
neurotransmitter concentrations, cell counts and neuronal cell death are 
usually reported as continuous data. Although continuous data can. be 
converted to quantal values in some instances, substantial precision may be 
lost during this process (Gaylor, 1996). Therefore, there is a need to move 
toward a consensus on a procedure to use continuous data in risk 
assessments. 

The most controversial aspect of the use of continuous data for risk 
assessments is determining the "cut off 1 value for defining an adverse 
effect. Defining this adverse level is a critical decision and should he 
grounded on sound biological and toxicological principles. An ideal method 
should be based on the available data, be applicable to most continuous data 
sets and minimize arbitrary decisions. Several approaches currently 
available include "amount of change" as defined by history or expert, 
dichotomize data and then select an historically-based cut off for quantal 
data, and amount of change of the experimental mean value based on the mean 
and standard deviation of the control data set. Although these and other 
approaches have been investigated to a limited extent (Gaylor and Slikker, 
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1990; Crump, 1995; Glowa and MacPhail, 1995; Kavlock et al, 1995; Kodell et 
al, 1995; Slikker et al, 1996 & 1998; Bosch et al, 1996; Chen et al, 1996; 
Gaylor et al, 1998), a systematic comparison of these methods is needed to 
build a consensus for improving risk assessment procedures for continuous 
data. 
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